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Several authors have suggested that immunological mechanisms may be involved in the pathogenesis of giant cell arteritis (GCA).1-4 Our group has found that serum levels of IgG and total serum complement, as well as factors C3 and C4, are slightly elevated in this disease. 5 Other workers have demonstrated immunoglobulin and anti-immunoglobulin (rheumatoid factors) in the arterial wall,6 7 findings which were interpreted as indicating either deposition of immune complexes or the occurrence of antigenantibody reactions within the vessel wall.
Cell mediated immune mechanisms have also been proposed as being involved in the pathogenesis of GCA. Hazleman et al.8 found that blood lymphocytes from patients with GCA in vitro showed a higher transformation response to artery antigen than lymphocytes from controls, a finding which has been questioned by others, however.9 10
In this study the presence of circulating immune complexes and rheumatoid factors (RF) was investigated by 2 enzyme linked inmumosorbent assays (ELISA). We Arterial antigens were prepared from aortic tissues obtained from a 20-year-old man who was killed in an accident and from a 50-year-old woman who had died from a brain tumour. The tissues were frozen within 3 and 12 hours respectively after death and stored at -700C. After thawing, the tissue was first cut into small pieces with scissors, dispersed in an equal volume of PBS, then finely dispersed in an Omnimixer. The mixture was centrifuged at 23 500 g (14 000 rpm) for 30 minutes. The clear supernatant was stored frozen in suitable portions at -200C until used. Another piece of aortic tissue was treated as described above, but after grinding in the Omnimixer the tissue homogenate was subjected to freeze-pressing in an X-press.'7 The freeze-pressed material was centrifuged at 23 050 g for 30 minutes and the clear supernatant frozen and stored at -200C. The sediment was suspended in an equal volume of MEM, and after division into suitable portions it was frozen and stored at -200C. All 3 antigen preparations were used undiluted and diluted 1:10, 1:100, and 1:1000 in lymphocyte stimulation tests.
LYMPHOCYTE STIMULATION TESTS
Lymphocyte stimulation was performed according to the routine procedures of the immunological laboratory. Briefly, washed lymphocytes were suspended in Mishell-Dutton medium18 supplemented with 10% pooled human AB serum, 2 mM 1-glutamine, 100 U/ml penicillin, 100 ,tg/ml streptomycin, and 20 Lymphocyte stimulation tests with PHA, con-A, and PWM were performed on 25 patients. Fig. 2 gives a graphic illustration of the results obtained. There were no significant differences between patients and controls for any of the studied mitogens.
Lymphocyte stimulation with arterial homogenates was performed on 8 patients. In no instance was the incorporation of 3H-thymidine significantly increased in samples exposed to the arterial homogenate compared with nonexposed lymphocytes. 
